A patient had neuropsychological testing during, and at two days and seven weeks after a transient global amnesia (TGA) attack. During the attack she exhibited a characteristically profound anterograde amnesia but a limited remote memory loss; the most striking impairment was a deficit in personal episodic memory revealed by her performance on the Autobiographical Memory Interview. Personal and general semantic information was less impaired although there were indications of a temporal gradient in the impairment. When tested after the attack, she demonstrated normal anterograde and retrograde memory. A SPECT scan performed during TGA showed a focal reduction in cerebral perfusion in the postero-medial temporal lobes bilaterally which had resolved after seven weeks.
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The aetiology of transient global amnesia (TGA) remains unknown. The syndrome, first described by Bender' and named by Fisher and Adams2 is characterised by a sudden onset of severe amnesia and confusion, often with repetitive questioning. According to strict diagnostic criteria,3 the onset of the attack should be wimessed (to exclude epilepsy or head injury as potential causes), and focal neurological features should be absent.
There are still only a small number of case studies in which neuropsychological testing has been carried out during and after TGA."2 Whilst dense anterograde amnesia is a defining characteristic of TGA, the extent and nature of any retrograde amnesia is much more variable. In the most detailed study to date, there was considerable heterogeneity amongst the five patients studied; whilst some patients had an extensive retrograde memory loss encompassing several decades, others had a very limited retrograde amnesia for the past few months only.9 There are a number of possible explanations for this variability. The simplest is that it reflects variation in the brain structures potentially affected during attacks; using SPECT, Stillhard et al 10 and Tanabe et al"2 found bilateral temporal lobe hypoperfusion during testing, whereas Goldenberg et all' found reduction in regional blood flow in the left thalamus as well as more diffuse hypoperfusion of the cerebral cortex, including frontal areas. Information on cerebral blood flow and metabolism during TGA is, however, still very limited as these three cases'0-'2 constitute the only reports of SPECT scanning during TGA.
Differing methods of assessing retrograde amnesia may also account for variation in reports of retrograde amnesia. Some studies have relied on informal questioning of patients about recent and past events.6 10 However, events from the past may, through frequent re-telling, take on the quality of semantic memories (memory for factual information or knowledge) rather than true episodic memories (memory for particular events which are specific in time and place).'3 14 Hence informal questioning about significant personal and family events may not reveal an impairment in the ability to recall specific episodes. Questionnaires on personal and public events78 might also be answered with reference only to semantic knowledge. Some studies have utilised the 'Galton-Crovitz' test79 in which subjects are presented with a list of cue words and are required to describe an incident from their life which relates to the word, and then to date and place the memory. Although better at sampling true autobiographical episodes, the method has been criticised'5 because the subject is not constrained to produce memories from specified time periods, making it difficult to draw any conclusions about temporal gradients in retrograde impairment.
We examined a patient during a TGA, then repeated assessments two days and seven weeks later. Short-term memory, orientation, anterograde and retrograde memory were assessed. SPECT scanning was also carried out during and after the attack. Work on the fractionation of retrograde memory is much more limited than that which has addressed dissociations in anterograde memory, but increasing sophistication in assessment is leading to the conclusion that retrograde memory is at least as complex in the way it breaks down as anterograde memory.2021 Arguably, this case supports the notion of a dissociation between episodic and semantic components of retrograde memory.
Case history
Kopelman et al found that in amnesic patients autobiographical incidents generally correlated with personal semantic information on the AMI, a finding they suggested casts doubt on the usefulness of the episodic/ semantic distinction in amnesia. Nevertheless, the lack of a perfect correlation suggests that there were at least some cases who showed a pattern similar to our patient and in the case of our patient the subsequent recovery of autobiographical memories lends stronger support to the hypothesis that there was a specific impairment in episodic memory.
However, there are a number of caveats which preclude the drawing of firm conclusions. Firstly, there was some impairment in semantic memory. However, this was limited to more recent time periods and if semantic memory is conceptualised as an accumulation of separate episodes (or the mental rehearsal of episodes),'4 then this pattern would be expected; the patient has to draw more heavily on episodic information to answer questions about more recent aspects of her life. A second caveat is the possibility that differences in scores on the episodic and semantic components of the AMI reflect differential sensitivities of the different sections of the test. This remains a possibility, as does a third caveat which is that the patient may have had an impairment in visual imagery, which, it is argued,22 can result in a specific impairment of autobiographical memory.
Although informally there was no indication of this, imagery was not formally tested during the attack.
Regarding the aetiology of TGA, there is now compelling evidence that cerebral ischaemia of the thrombo-embolic type does not play a role, at least in the majority of cases.3 23 
